RECENT advances in the successful surgical treatment of a number of congenital heart diseases have stressed the importance of diagnosis as a first prerequisite to proper management. Rosenbaum,1 in a recent article deprecated the continued use of "idiopathic hypertrophy of the heart" as a nondescript term for heart conditions in infancy and early childhood, characterized by congestive cardiac failure, normal blood pressure, absence of cyanosis and murmurs, and without evidence of a shunt.
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The anomalous coronary artery was included in this group in the past. In 1911, Abrikosoff2 first described the existence of this anomaly; and in 1933, Bland, White, and Garland3 made the first antemortem diagnosis of this condition. Up to now 45 cases have been reported.2- 37 CASE REPORT An African male infant, aged 9 months, was admuitted to the hospital because of coughing and restlessness for 2 weeks. He had been born normally after an uneventful pregnancy and appeared healthy at birth. On physical examination he was in obvious distress, restless, and dyspneic. He was underweight and small.
The left side of the chest bulged prominently, and moved less than the right side, which was resonant and in which the breath sounds were normal. The area of cardiac dullness was increased and there was dullness at the left base. Breath sounds were diminished at the left base and fine crepitations were audible over the lower half of the chest posteriorly.
The heart was enlarged. The maximum cardiac impulse was in the fifth intercostal space in the anterior axillary line. No thrills or murmurs were observed. The heart sounds were clearly audible and apart from a tachycardia the rhythm was normal.
The abdomen was slightly distended, and the liver edge was palpable about 3 em. below the costal margin.
X-ray of the chest revealed a grossly enlarged heart with "fairly" good pulsation. The enlargement appeared mainly left ventricular, and the left border of the heart gave the impression of an aneurysmal dilatation of the left ventricle. No abnormal calcifications were noted.
Examination of the blood revealed a hemoglobin of 9.7 Gm. per cent, 33,200 leukocytes per mm.3, with 92 per cent neutrophils.
Electrocardiogram showed regular sinus tachycardia of 200 per minute, deep Q waves in leads I, aVL and V5 and V6, and inverted T waves in leads I, II, and aVL ( fig. 1) .
The patient had several episodes of crying and restlessness, accompanied by dyspnea and sweating, particularly after feeding. Between attacks he was happy and interested, playful, and amenable to examination and handling. He died suddenly 14 days after admission.
Morbid Anatomy of the Heart. The heart weighed 125 Gm. or 3 times the normal weight of 39 Gm. at 9 months. The left ventricle occupied at least three quarters of the anterior surface of the heart and showed a globular enlargement ( fig.  2, table 1) .
The pericardium was smooth and glistening. The aorta and pulmonary artery were normal. The right coronary artery arose normally from an ostium 2 mm. in diameter from the anterior aortic sinus ( fig. 3 Left) and was normally distributed to the right ventricle and posterior half of the left ventricle. No other ostial openings were seen in the root of the aorta.
The left coronary artery originated from the pulmonary artery from a small ostium 1 mm. in diameter, situated in an extremely low position in the sinus of the right anterior cusp ( fig. 3 The cavity of the right ventricle was diminished by the displacement of the interventricular septum, but the endocardium and the myocardium were normal. All valves were normal, and there was no other congenital abnormality.
Injection of Barium Sulfate into the Coronary Arteries. Although the heart had already been incised moderately adequate injection of the aberrant left coronary artery was achieved. The right coronary artery had been cut just beyond its origin and only the proximal segment could be filled properly. Radiographic photographs of the injected heart showed a very rich vascular network arising from the left coronary artery, supplying the anterior wall of the left ventricle and the apex of the heart. The trunk of the right coronary ar- tery could be seen and anastomoses between its proximal branches and those of the anomalous left coronary artery were demonstrated.
In the case of the normal control, the heart was injected and photographed before it was cut. The vascular branches were smaller and formed a fine network, in which relatively few anastomoses could be discerned.
Histopathology. Sections of the anterior wall of the left ventricle showed marked para-arterial fibrosis of the myocardium ( fig. 4 ). In addition there were large areas of diffuse fibrosis, identical in appearance to an organized myocardial infarct. In the reported cases2-37 the aberrant coronary artery was the sole congenital abnormality except for a patent ductus arteriosus in 2 eases,2' 3i patent foramnen ovale in 1 case,36 and narrowing of the aorta in 2 cases.'8' 37 The course, distribution, and branching followed that of the normal left coronary artery, but the extent of the vascular network varied from less than half of the heart7 to the entire left ventricle plus a portion of the right ventricle.26
The right coronary artery in its origin, course, and distribution was normal throughout.
Pathology. The morbid anatomy of the heart in our case was quite typical with its changes in the smaller branichles of the left coronary (33 per cent) were frequently observed. A marked increase of subendocardial fibrous and elastic tissue may be present.
As a result of the anomalous origin of the left coronary artery from the pulmonary artery, the left ventricle receives blood of low oxygen saturation and at the low pressure of the pulmonary circuit. It suffers from anoxemia which causes parenchymatous degeneration of the muscle fibers and condensation of the fibrous tissue, particularly in the paraarterial zone. This is followed by necrosis and fibrosis. Heitzmann5 first observed the similarity between this lesion and that of coronary occlusive disease in the adult. Fisher in 54 per cent of eases of the aberrant left coronary artery and was believed by Soloff1'9 to be pathognomonic in the radiologic diagnosis of this abnormality. Abrikosoff2 suggested that it followed the necrosis of the muscle fibers, and its prevalence in infants has been ascribed to the relatively higher content in infant myoeardium of inorganic calcium, phosphorus, and phosphatase.
Barnard17 quoted Barcroft IS41 work on the fetal circulation and suggested that this abnormality caused anoxemia of the left ventricle during fetal life. The The degree of disability and the length of the life span of the individual depend firstly upon the extent of the vascular network from the anomalous vessel-if this is extensive as in Craig's26 case, the subject dies in early infancy (2 months) ; if less than half of the heart is supplied by the left coronary artery,7 then there is relative longevity (10 months). This conclusion is also supported by some of the adult cases, e.g., a man aged 27, in whom the abnormal left coronary artery supplied less of the heart than usual.50 The second FIG. 6 . Persistence of embryonic sinusoids in such areas the myocardium remains viable.
factor determining the length of survival, is the extent of the collateral circulation from the normal right coronary artery. This may in turn depend on the congenital inherent pattern of distribution of the coronary arteries,30 or may be determined by pressure gradients in these hearts.27 51 , 82 Anastomoses were demontrable in most of the 8 adult cases reported, but their presence was variable in the infants of this series.
In the 45 previously reported cases there was a preponderance of female children; the sex was stated in 41 instances, 27 of which were female. The age at which the lesion became evident ranged from 71/2 weeks to 13
months. In only 1 case was the infant born prematurely.22
Maternal health had been normal in all except 3 instances-one had eclampsia,20 another syphilis,22 and the third had amenorrhea for 2 years before pregnancy.
The onset of symptoms was usually delayed, except in 1 case22 in which a persistent cough appeared at 1 week of age.
The usual presenting symptoms were cough and dyspnea; difficulty with feeding (refusing feeding, vomiting, discomfort and restlessness after feeding; difficulty in swallowing; failure to thrive; sweating) ; and anginal attacks.
Anginal Attacks. Bland, White, and Garland3 first drew attention to this condition and the similarity between the attacks of restlessness, sweating, and crying and attacks of angina as seen in adults. These attacks may be precipitated by the effort of feeding. 
